D
ISSECTING aneurysms of the intracranial arteries have been included among the less common etiological factors in obstructive cerebrovascular disease. A dissecting aneurysm is caused by leakage of the circulating blood into the vessel wall so as to separate its layers. Cerebral dissecting aneurysms are characterized by the subintimal site of dissection, as contrasted to dissections of the aorta that usually split the media. It is the purpose of this communication to describe a case of left middle cerebral artery occlusion from a dissecting aneurysm observed in a 6-year-old boy, and also to review the clinical and pathological features of the cases previously reported. It is felt that, in spite of its rare occurrence, a dissecting aneurysm of an intracranial vessel should always be kept in mind as a cause of an acute stroke, especially in a younger individual where arteriosclerotic occlusion is uncommon.
Case Report
A 6-year-old white boy was admitted to the Hennepin County General Hospital, Minneapolis, on March 29, 1960, for stupor of 2 hours' duration. About 4:30 p.m. following a normal school day, he had staggered into his home unable to talk. He had a swollen left eye and looked strange. He went to the bathroom hurriedly and then fell on the floor unresponsive. There had been no known anoxia, jaundice, or cyanosis at his normal birth. His growth and development had been normal. Two to 3 months prior to admission, and again 3 days before admission, he had an unexplained left black eye.
Examination. The patient was in a semicomatose condition. Blood pressure was 140 /104, pulse 88 irregular, respiration 28/ rain, body temperature 94.4~ No seizure activity or meningeal signs were observed. Shortly after admission he could respond to simple commands but was unable to talk. Optic fundi were normal. The pupils were round, regular, equal, and reactive. He appeared to have a right homonymous bemianopsia and a right hemiparesis. There was a Babinski sign and unsustained ankle clonus on the right. Lumbar puncture released clear, colorless spinal fluid at a pressure of 140 mm H20; it contained 3 white blood cells (WBC) and 107 red blood cells (RBC), all crenate, and a protein content of 21 mg%. Blood hemoglobin was 12.9 gm, and the peripheral white blood cell count was 14,500/cu mm. Skull films were normal.
A left carotid angiogram on March 30 showed good filling of the common carotid and the anterior cerebral arteries but no direct filling of the middle cerebral artery, which filled only partially through collaterals. The common carotid was in spasm.
On the evening of March 31, the blood pressure steadily rose to 220 mm Hg systolic and 120 diastolic. This was attributed to increasing cerebral edema. In spite of the use of Urevert and dexamethasone, the patient's condition rapidly deteriorated. Late on April 1 he developed irregular breathing and shortly after became apneic. An endotracheal tube was inserted and connected to Bird apparatus. An emergency bilateral subtemporal decompression was done, but the patient grew steadily worse during the next 2 days and died on April 4.
Postmortem Examination. Gross examination of the brain revealed mild swelling and almost complete softening of the entire left temporal lobe. There was an extensive tentorial herniation on the left measuring about 1 cm in width, with displacement of the midbrain by the swollen temporal lobe. The large cerebral arteries of the circle of Willis were carefully examined; the middle cerebral artery on the left, just before the trifurcation, was distended for a distance of about 1 cm. Sections through the left middle cerebral artery showed the vessel to be filled with clot. One branch of the trifurcation contained a very firm clot and was lighter in color than the rest of the clot. The other vessels at the base of the brain were normal. Microscopic examination revealed necrosis of the cerebral parenchyma and a good deal of ischemic necrosis of the cortical neurons. The left middle cerebral artery showed the most dramatic changes (Figs. 1 and 2 ). There was a large hemorrhage into the wall of the vessel, splitting off the intimal layer and displacing the lumen of the vessel to one side with only a very small vessel lumen remaining patent. The picture was typical of a dissecting aneurysm.
Discussion
Dissecting aneurysms are most commonly found in the aorta and its branches and only occasionally have been described in other vessels. Even more rare are dissecting aneurysms involving intracranial vessels. Table 1 and Fig. 3 , which summarize previous cases, show that this lesion has rarely occurred before the age of 10 years.
Norman and Urich 9 reported a patient who at 6 months became hemiplegic and subsequently developed convulsions and mental deficiency. He later died of pulmonary tuberculosis at age 15, and autopsy revealed a dissecting aneurysm of the fight middle cerebral artery. This report is also noteworthy, as the authors postulated dis- 
Nedwich, et al. The middle cerebral artery appears to be the most frequently involved intracranial vessel, constituting more than 50% of all reported cases (Table 2 ). The right side is more often involved, with a ratio of 3:1. Dissecting aneurysms of the internal carotid arFro. 3. G r a p h s h o w i n g the a g e d i s t r i b u t i o n o f p a t i e n t s w i t h d i s s e c t i n g i n t r a c r a n i a l a n e u r y s m s rep o r t e d in the literature.
teries were reported in five occasions, 3, 13,1G,1s,2~ with no predilection as to side, The basilar artery has been involved in seven cases ",r,1~ and the vertebral arteries in two? ~,'-'~ Several theories concerning the pathogenesis of this disease have been discussed in the literature (Table 3) . A number of authors related the dissection to head injury 2-~,~3 while congenital defects in the cerebral arterial wall have been cited as possible causes by others. 1,s,-~2,-~ Luetic arteritis as an underlying cause is mentioned by several. Wisoff and Rothballer 2t attributed the dissection in their patients to degenerative change in the media of the affected vessels. Two authors have suggested a causal relation between migraine and the dissecting aneurysm? 7, 18 In our case, in spite of no documentation of injury, the left black eye noted 2 to 3 months before admission and also 3 days before the acute episode speaks in favor of head trauma as the cause of the dissection of the arterial wall.
